A patient is described with postinfarction ventricular septal defect in whom the perforation was successfully closed within 24 Case Report W.P., a 60-year-old diabetic male, was admitted to another hospital on 1-23-74 with the diagnosis of acute inferior myocardial infarction. The initial hospital course was uneventful, but seven days after admission he suddenly experienced severe chest pain and wheezing. Examination that morning revealed a holosystolic murmur at the left sternal border and pulmonary edema. The patient was transferred to Emory University Hospital shortly thereafter and was markedly lethargic with cool and clammy skin. Blood pressure was 82/50 and heart rate 130 beats/min. Upon arrival, marked jugular venous distention was noted at 900 elevation, diffuse rales were present in both lungs and a grade IV/VI pansystolic murmur was noted at the left sternal border. Chest X-ray showed bilateral pulmonary edema. The electrocardiogram revealed right bundle branch block with Q waves and ST elevation in the inferior leads. There had been no urine output during the three hours prior to admission.
has been found in 1 to 2% of all patients dying from acute myocardial infarction.' -3 Although rare, this complication of arteriosclerotic coronary artery disease continues to represent a formidable therapeutic challenge. Medical management alone carries an 87% mortality in the first two months following rupture. 4 Operative mortality continues to be high also, in spite of recent advances in cardiovascular surgery, and has been 50% or greater in most series.'`-The two primary determinants of operative risk have been the interval between septal rupture and operation and residual myocardial function.' -9 The patient described in this report represents the second successful case of rupture of the ventricular septum repaired less than twenty-four hours following perforation. A combined approach of myocardial revascularization and in-Mannitol tracoronary infusion of an hyperosmolar solution may have been important in the successful outcome of this patient. Details of the technique are described.
Case Report W.P., a 60-year-old diabetic male, was admitted to another hospital on 1-23-74 with the diagnosis of acute inferior myocardial infarction. The initial hospital course was uneventful, but seven days after admission he suddenly experienced severe chest pain and wheezing. Examination that morning revealed a holosystolic murmur at the left sternal border and pulmonary edema. The patient was transferred to Emory University Hospital shortly thereafter and was markedly lethargic with cool and clammy skin. Blood pressure was 82/50 and heart rate 130 beats/min. Upon arrival, marked jugular venous distention was noted at 900 elevation, diffuse rales were present in both lungs and a grade IV/VI pansystolic murmur was noted at the left sternal border. Chest X-ray showed bilateral pulmonary edema. The electrocardiogram revealed right bundle branch block with Q waves and ST elevation in the inferior leads. There had been no urine output during the three hours prior to admission.
Emergency right and left heart catheterization and coronary arteriography were performed and demonstrated total occlusion of the right coronary artery, high grade stenosis of the proximal left anterior descending coronary artery with diffuse disease, and a ventricular septal defect along the Circulation, Volume 52, July 1975 Tlhe patient deteriorated rapidly after arrival and was taken to the operating room with a systolic blood pressure of 50 anytime from four to 12 days following acute myocardial infaretion and is heralded by the sudden appearance of a loud systolic murmur and thrill along the lower sternal borders with radiation of the murmur to the right of the sternum or toward the apex. It is frequently confused with papillary muscle rupture, but the two conditions can be differentiated by cardiac catheterization.
The high medical mortality, 70% within two weeks 3. 14 Approximately one third of all previously operated patients have had an associated ventricular aneurysm. In these, the necessity to combine excision of the aneurxsm with closure of the septal defect has been stressed.5' 1, 16 The techniqule of XVSD repair has varied depending uipon anatomic findings. Basically, the best repair has consisted of resection of the infarcted segment, repair of the defect with a single or double tefloni patch in sandwich fashion on both sides of the septum, and buttressing all sutures with teflon pledgets.' 10 15 With defects located in the posterior portion of the septum beneath the tricuspid valve, as in ou.r patient, exposure is best accomplished through a posterior right ventriculotomy incision and the margins of the ventricular wall invaginated with buttressed sutures to fill the ventricular septal defect with X iable tissue.
In a recent series of 12 patients undergoing operation for this condition reported by Graham et al., hospital mortality was soir in the entire series and 100 in the five patients operated upon within twentyl,-four hours of septal perforation. Review of the literature reveals that only one other patient operated ipon within txventy-four hours of septal rupture has survived the operation.'7 Oldham et al. ' reported five patients operated upon nine days to two and one-half months following rupture of the septum with a 60% mortality. None of the patients operated upon less than a month following rupture survived. Selzer et al.'4 described their experience with six patients undergoing closure of a VSD within six weeks of the time of rupture, and the mortality was 83%c
During the past year we have attempted repair of a ventricular septal defect following inferior myocardial Circulation, Volume 52. July 1975 infarction in two previous patients shortly after appearance of a holosystolic murmur. Both attempts were unsuccessful. In neither was intracoronary hyperosmolar solution used. Although our present patient may represent a fortuitous occurrence, certain theoretical and practical considerations in the management may have been important. Leaf18 has recently postulated a possible role of cell swelling in ischemic damage to tissues which we feel is important in patients with acute coronary insufficiency, myocardial ischemia, and cardiac decompensation such as our patient presented. As 
Addendum
Since the original preparation of this manuscript, another patient with perforation of the ventricular septum has been operated upon successfully, 37 days following an inferior myocardial infarction, using identical methods as described in the above case report.
